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homozygous ZZ phenotype - and MGUS might just be a
casual coincidence. However, at least three hypotheses can
be discussed to explain the relationship between MGUS and
a, AT deficiency. First, the genes for immunoglobulin
heavy chains have been shown to be linked to the locus for
a, AT on chromosome 146. Second, a1 AT may have a direct
effect on immunoregulation and the relation between a1 AT
deficiency and some immune disorders has already been
documented7. It is possible that the generalized hyper-
responsiveness of the immune pathway in a1 AT deficiency
could account for the appearance ofMGUS through chronic
antigenic stimulation. Finally, such chronic antigenic
stimulation could be due to subclinical pulmonary or hepatic
impairment induced by a1 AT deficiency8, although our
patient did not show any evidence ofdisease in these systems.
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Gastrointestinal bleeding is a well documented sequelae of
runninge. Occult bleeding has been reported in 8-87% of
participants in long distance runninge-. Bloody diarrhoea
is a rare event' and is -probably due to ischaemic colitis
secondary to alterations in regional blood flow7. We report
a female marathon runner with bloody diarrhoea, secondary
to ischaemic colitis.

Case report
A 42-year-old woman was admitted with a 10-day history of
bloody diarrhoea, vomiting, abdominal swelling and tender-
ness. Two days prior to dmision she developed generalized
abdominal pain and abdominal distension, blood in her urine,
blurred vision, speech difficulties, and her menstrual period
was early and heavier than normal. She was not on the
contraceptive pill. Her previous history wasunremarkable.
She was a keen long-distance runner, but had not trained

as fully as in the previous year. Three days prior to the onset
of her symptoms she had run the Canterbury half-marathon
in a personal best time, and had done so on a very hot day
without any refreshment during the race.
On examination she was unwell, dehydrated, afebrile, with

a pulse of92 ofpoor volume. Blood pressure was 160/90. Her
chest was clear. She had a distended abdomen with
generalized tenderness. Liver, spleen and kidneys were not
palpated but ascites was demonstrated. Rectal examination
revealed fresh blood. Neurological examination demonstrated
cerebellar dysfunction.
Investigations: sodium 118 mmol/l, potassium 5.3 mmol/l,

urea 60.2 mmol/l, creatinine 479 pmol/l, bilirubin 29 amol/l,
albumin 26 gll, haemoglobin 13.3 g/dl, white cell count
32.4xl09/l, platelets 96x109/l, erythrocyte sedimentation
rate 16 mm/h, clotting screen: -prothrombin time 17/14,
thrombin time 34/35, fibrinogen degradation products
>4000 ug/ml. Acitic tap: Heavily blood stained fluid with
protein content of 26 gIl. Sigmoidoscopy: Normal to 10 cm.
CT brain scan: normal.

*

F4pwue 1. Demnonstrating sgearuntal oolitus of ischaemic colitis type,
with a fwal inJJnuatry prooes eWtendn into the rnuscle area with
micro-abscess formation on the deep muscle tspect adjacent to the
serosal fat

Treatment was started with antibiotics, dopamine,
frusemide and clotting factors. Two days following her
admission she underwent a laparotomy. The findings were
of copious blood-stained ascitic fluid with an inflamed
transverse and descending colon. A sub-total colectomy was
performed. Histology demonstrated ischaemic segmental
colitis (Figure 1).
Postoperatively her conscious' level deteriorated and

she developed grand mal seizures following which she
-was venitilated and haemofiltration instituted. She was
eventually discharged with normal renal and neurological
function.
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Discussion
Previous reports of patients with confirmed ischaemic colitis
secondary to marathon running have often had additional
factors that have contributed to the disease. One patient
who required no treatment7 had been taking an oral
contraceptive (Ovanon) which has been linked to the
spontaneous development of gut ischaemia89. A second
patient required only fluid resuscitation10, but was taking
aspirin which may be involved in the prostaglandin cascade
thought to be involved in vasoactive reflexes associated with
regional colonic blood flow.

It is well reported that colonic blood flow may decrease up
to 80% during prolonged severe exercise7'11 and that the
additional stress of hyperthermia, and hypovolaemia would
predispose to gut ischaemnia. Training is said to diminish the
incidence of symptoms of gut ischaemia6"'1.
We assume that in our patient the ischaemic colitis was

due to a combination of lack of training, a very hot day'2
and lack offluids during the race, all ofwhich may predispose
to the alteration of blood flow in the colon and ischaemic
necrosis.
The cause of renal failure was not confirmed although

possibly due to a combination of dehydration from her
toxic clinical state and the disseminated intravascular
coagulation. She had no evidence of rhabdomyolysis.
The cerebellar signs remain unexplained, but may be

related to her disseminated intravascular coagulation,
hyponatraemia or uraemia.
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The Section of Clinical Forensic Medicine has been
happy to welcome to our meetings members of other
sections where there is an interest in legal medicine. It
was therefore a natural extension ofthis policy which
resulted in The Section of Accident & Emergency
Medicine inviting members ofthe Forensic Medicine
Section to join them in their symposium on Forensic
and Legal Aspects of Accident and Emergency
Medicine held at the Royal Society ofMedicine on the
25 January 1991, and this report is published with the
agreement of the President MrM Tabone-Vasallo.

The morning session was chaired by Dr Robin
Moffat, President ofthe Section of Clinical Forensic
Medicine, and he introduced the first speaker,
Dr David Jenkins, former President of the
Association of Police Surgeons, Forensic Medical
Examiner to the Metropolitan Police and member of
Council of the Section of Clinical Forensic Medicine.
He addressed the meeting on the su-bject of the
problems of assessing injuries in police custody. The
welfare and safety ofthe prisoner in the police station
is the responsibility of the police, and they depend
upon the forensic medical examiner to assess the
severity of the injury or illness, the probable cause,
to give the appropriate treatment and to decide
whether the prisoner is fit to be detained, or whether
he should be admitted to hospital. He depends upon
the co-operation ofthe casualty officer and Dr Jenkins

stressed the importance ofthis, pointing out that the
police surgeon is always happy to offer his or her
services to the young and possibly inexperienced
junior hospital doctor. The need for a thorough exam-
ination of the prisoner, the taking of photographs
where indicated and meticulous notes of all injuries
found was e mphasized. It was pointed out that it had
to be borne in mind that photography by the medical
officer for evidential purposes is not permitted, but
it may be useful in recalling the scene at a later date.
The examiner is aware that once his examination is
complete there is no medical supervision whatsoever
and he must ensure that the police offlcer in charge
is uately instructed as to management I addition
to treating injuries, the examiner will be considering
whether the findings support a possible charge of
attempted murder or serious assault. He or she must
interpretthe injuries and must differentiate between
injuries caused by assault and those which may have
been self-inflicted or caused by accident. In the
discusion which followed, it was clear that the forensic
medical officer does undertake minor surgical proced-
ures such as suturing, and there was much debate
about the management of the injured prisoner who
is under the influence of alcohol or drugs, and it
was agreed that the provision of suitable facilities
for dealing with this often difficult problem is a matter
of priority.

Just as the relationship between accident and
emergency and the forensic medical examiner is of
great importance, equally so is that between the
Department of Emergency Medicine and the police
and this was the subject of the paper by Dr John
Gosnold (Consultant in Accident and Emergency
Medicine at Hull Royal Infimary). Dr Gosnold strssed
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